b to a differential of tenosynovitis should be considered. Recognition and prompt treatment by appropriate antibiotics may be important to avoid suppurative complications affecting the tendons. As the pathophysiology of the tenosynovitis is not clear, careful bacteriological and immunological assessment must be obtained.
Haemophilus influenzae has a predilection for infecting serosal surfaces. To our knowledge there has been only one reported case of tenosynovitis associated with arthritis caused by H. influenzae type b (Raff and Dannaher, 1974 movements. Radiographs of the affected parts were normal. Four blood cultures obtained in an hourly sequence were positive for H. influenzae type b. The organisms were negative for B-lactamase activity, and the patient was placed on parenteral ampicillin (12 g/day intravenously) after skin tests which were negative for penicillin allergy. The patient's illness resolved over 2 weeks.
Comment
A diagnosis of acute tenosynovitis is based on the presence of swelling accompanied by some erythema and induration (Clain, 1967; Pinals, 1972) . Such patients tend to keep the hand and fingers supported and slightly flexed to prevent any movement (Bell, 1968) . There is a greater difficulty in active than passive movements (Mills et al., 1976) . Stretching the tendons passively produces pain in the area of the inflammation. Additional support for the diagnosis of tenosynovitis is provided by negative x-rays (Mills et al., 1976) .
In adults a variety of illnesses have been described as caused by H. influenzae type b, namely pneumonia (Quintiliani and Hymans, 1971) , meningitis (Eykin et al., 1975) , purulent pericarditis (Crossley et al., 1973) , septic arthritis (Raff and Dannaher, 1974) , endocarditis (Lynn et al., 1977) , epiglottitis (Hawkins et al., 1973) . and recently cellulitis (Drapkin et al., 1977) . One of the patients with arthirtis developed tenosynovitis (Raf' and Dannaher, 1974) .
Tendon sheath inflammation may be caused by a variety of illnesses, for example, trauma, rheumatoid arthritis, tuberculosis, gout, gonococcal infections, secondary and tertiary syphilis, and coccidioidomycoses.
The pathogensis of tenosynovitis in each disease varies. Tuberculous tenosynovitis is caused by invasion of the tendon sheaths by mycobacteria. This is validated by demonstrating caseation necrosis in the tendon sheaths and/or isolation of the bacillus via aspiration and culture or guinea-pig inoculation (Bell, 1968) . On the other hand rheumatoid arthritis is an immune complex disease. A diagnosis of rheumatoid tenosynovitis is based on associated features of the disease and seropositivity. Involvement of the tendon sheath in rheumatoid arthritis results in a proliferative process (Sones, 1968) . Though the tendon sheaths in rheumatoid arthritis have been surgically excised, detailed histopathology and immunoflourescent studies have not been done. However, the fluid and synovium obtained from joint spaces have been studied and show typical features of an immune complex disease, namely, low complement levels in joint fluid and deposits of antigen-antibody complex on the synovium (Zvaifler, 1974) . From these data one may assume that the tendon sheaths undergo similar changes in rheumatoid arthritis. Gonococcal tenosynovitis develops in the acute bacteraemic phase of the illness (Holmes et al., 1971) . Studies have been completed on the associated acute synovitis of the joint spaces. In this early phase of the illness either fluid is not obtained or it is sterile, so that some authors have suspected a 'hypersensitivity' phenomenon' (Wright, 1963) 
